Introduction
The acral peeling skin syndrome (APSS) is a rare autosomal recessive disorder clinically characterized by asymptomatic desquamation of the skin limited to the hands and feet and histologically by cleavage at stratum granulosum and stratum corneum level [1] . As the body of literature is growing, it becomes apparent that the condition is determined by mutations in the TGM5 gene encoding transglutaminase 5 or in the CSTA gene encoding cystatin A [2] . Moreover, it was reported that in children, APSS manifests clinically with blisters and erosions on the palms and soles and is not limited to the dorsal aspect of the hands and feet [1] . It was suggested that the clinical presentation of APSS might be confusing and strongly resemble epidermolysis bullosa simplex (EBS) making the differential diagnosis difficult.
Case Report
Here, we report on a 10-month-old boy with a history of skin peeling limited to the hands and feet since 2 months of age.His mother noticed worsening of the condition with heat and humidity but not by mechanical trauma. The baby was born from a normal pregnancy and delivery and has non-consanguineous parents. The family history was negative. Clinical examination showed erythematous erosions with desquamation at the periphery on both palms and soles as well as a flaccid blister on the finger of the right hand ( fig. 1, fig. 2 ). The mycological examination of the palms and soles was negative. The baby's mother refused a skin biopsy from the edge of a fresh blister for histological examination. DNA mutation analysis was performed in the 10-month-old boy as well as in his mother and father. From the extracted DNA of the index case, the entire coding region and the flanking intronic regions of the TGM5 gene (Genbank NM_201631.3, NC_000015.9) were analyzed using the PCR followed by DNA sequencing as described [3] . In the parents, only the coding exons 1 and 3, and the flanking intronic regions were analysed. In the index patient, we detected two heterozygous TGM5 mutations: c.2T>C, p.M1T in exon 1 and c.337G>T, p.G113C in exon 3. The father is a heterozygous carrier of the mutation c.2T>C, p.M1T and the mother is a heterozygous carrier of the mutation c.337G>T, p.G113C ( fig. 3 ). No other mutations were disclosed in the analyzed regions.
The baby's parents have been advised to communicate with a human geneticist or a genetic counselor. They were informed about preventive measurements: avoid heat and humidity by using shoes made from breathing textile materials and leather as well as to use topical emollient application.
Discussion
PSS, which was first described in 1921, is a rare autosomal recessive genodermatosis characterized by shedding of the cornified layer of the skin [4] . It was broadly classified into localized and generalized forms. The APSS is considered to be a localized variant (APSS MIM 609796) [5] . Originally, it was described as peeling of the skin limited to the dorsa of the hands and provoked by mechanical trauma and humidity [3] . Ilknur et al. [6] have also described cases in which acral and generalized skin peeling occur together. Ultrastructural and light microscopic studies in both forms of the disorder show the same level of blistering in the epidermis at the stratum granulosum and stratum corneum junction. Genetically, generalized and localized acral forms seem to be heterogeneous. The molecular basis of APSS was elucidated in 2005 by Cassidy et al. [3] who localized the genetic defect on chromosome 15 (at 15q15.2). TGM5 is expressed in the epidermal granular cells where it cross-links a variety of structural proteins in the terminal differentiation of the epidermis to form the cornified cell envelope. Recently, Pavlovic et al. [7] reported a new APSS pedigree in which they failed to disclose TGM5 gene mutations. Subsequently, using whole exome sequencing, CSTA mutations were identified [2] . Originally, cystatin A was associated with another rare genodermatosis, exfoliative ichthyosis, and therefore the clinical overlap/distinction between these two entities remains to be established [8] . Thus, APSS represents a clinically and genetically heterogeneous disorder. EBS is clinically very similar to APSS showing blisters and erosions on the palms and soles. Although the blisters are also localized intraepidermally, they are located in the basal layer and usually occur after mechanical traumas. In most cases, mutations in the genes for keratin 5 and 14 are found [1] .
In conclusion, we present a case of genetically confirmed APSS, which clinically resembles EBS. Both mutations, c.337G>T, p.G113C and c.2T>C, p.M1T have been published before in the literature in patients with APSS [3, 9] . The parents are both heterozygous carriers of the mutations. We consider that APSS is not so rare and that often APSS cases are diagnosed as EBS cases, especially when no DNA mutation analysis is performed. Particularly in little babies, it is important not to underestimate the diagnosis of APSS because of the different outcome of the two diseases. In older children and in the adult APSS patients, peeling of the skin was the most prominent symptom, whereas blistering almost ceased. It is also essential to inform parents regarding the autosomal recessive inheritance of APSS.
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